Virus induced demyelination is observed in humans after infection with several neurotropic viruses, including JC virus (Progressive Multifocal Leukoencephalopathy, PML), measles virus (subacute sclerosing panencephalitis) and HIV (Stohlman and Hinton, 2001) . Demyelination in mice can be induced experimentally by infection with pathogens such as a murine coronavirus (CoV, mouse hepatitis virus, MHV), Theiler's encephalomyelitis virus (TMEV) and Semliki Forest virus (Stohlman and Hinton, 2001) . Demyelination may result from direct virus lysis of oligodendrocytes, the cell responsible for myelin production. This mechanism is likely operative in PML, which occurs in immunocompromised patients with low CD4 T cell numbers (Bowen et al., 2016) . More commonly, demyelination occurs as a consequence of virus clearance mediated by the host immune response. This is illustrated in mice infected with MHV or TMEV, and is generally T cellmediated. In mice infected with MHV or TMEV, mice that are irradiated or lack T cells or B cells ((RAG1 −/− (recombination activation gene 1) or SCID (severe combined immunodeficiency)) develop extensive and widespread infection throughout the brain and spinal cord but little evidence of myelin destruction or of macrophage infiltration, which are the final scavenger cells for removing myelin debris (Houtman and Fleming, 1996; Tsunoda and Fujinami, 2010; Wang et al., 1990; Wu et 
